Although faintness, syncope, and sudden death are common in hypertrophic obstructive cardiomyopathy, their cause has not been well documented. The occurrence of ventricular asystole causing syncope after exercise is described in one patient. The Findings of note on clinical examination were normal arterial pulses, blood pressure 120/75 mmHg, normal jugular venous pressure and pulse, and a hyperkinetic cardiac impulse. The heart sounds were normal and there was a soft midsystolic ejection murmur at the left stemal edge. The heart was slightly enlarged on chest x-rays and the appearance of the left border was suggestive of septal hypertrophy; the main pulmonary artery was slightly dilated (Fig. I) . The electrocardiogram showed left atrial, left ventricular, and septal hypertrophy. At cardiac catheterization, the mean pulmonary capillary venous pressure was 13 mmHg, with an 'a' wave of 20, and the pulmonary arterial pressure was 26/Ii mmHg.
Hypertrophic obstructive cardiomyopathy (Goodwin et al., I960) is now a well-recognized clinical entity. Its clinical and pathological features have been widely described (Brent et (Maurice et al., I966) . A patient with hypertrophic obstructive cardiomyopathy which was proven by haemodynamic and angiographic studies and subsequently confirmed at operation is described; ventricular asystole occurred after effort and was confirmed by continuous electrocardiographic monitoring.
Case report
The patient was a 22-year-old Kenyan male of Goanese origin, who had no relevant history apart from bronchial asthma in early life.
He presented at IS years with cardiac pain and fatigue on exercise. At I7 he developed episodes of faintness and syncope with effort, and on I2 occasions he had lost consciousness for periods of about one minute. He did not have dyspnoea, palpitation, or epileptic features. Findings of note on clinical examination were normal arterial pulses, blood pressure 120/75 mmHg, normal jugular venous pressure and pulse, and a hyperkinetic cardiac impulse. The heart sounds were normal and there was a soft midsystolic ejection murmur at the left stemal edge. The heart was slightly enlarged on chest x-rays and the appearance of the left border was suggestive of septal hypertrophy; the main pulmonary artery was slightly dilated (Fig. I) . The electrocardiogram showed left atrial, left ventricular, and septal hypertrophy. At cardiac catheterization, the mean pulmonary capillary venous pressure was 13 mmHg, with an 'a' wave of 20, and the pulmonary arterial pressure was 26/Ii mmHg.
There was an 'a' wave of 23 mmHg on the left ventricular pressure trace; the systolic level was 80. There was no systolic gradient between the left ventricle and the aorta in the control state, but after isoprenaline a 30 mmHg difference appeared. Left ventricular cineangiography showed a grossly thickened left ventricle, particularly in the septal region, and the left ventricular cavity was almost obliterated in systole (Fig. 2) . The coronary arteries and aorta were normal.
After increasing exercise up to a work load of 5oo kpm/minute for 5 minutes on a bicycle ergometer, the pulse rate increased from 8o to I80 a 
